The cellular mechanisms leading to SCD in HCM are not well known. 
131
The pathophysiological link between abnormal sarcomere structure and arrhythmia is 132 not clearly defined, likely varies with mutation type and has been the subject of 133 extensive research (11, 12) . As in any other cardiac pathology leading to arrhythmia, factor for SCD (38) .
142
There are also findings that support a role for abnormal cellular electrophysiological (22, 26, 43) .
160
The aim of the present study was to explore and define the cellular substrates for 
261
The primer sets which were used in the experiments are specified in (Fig 3A,B) . KO mice demonstrated significant prolongation of the QTc interval at noon 296 time (WT: 36.7 ± 3.3 ms, n=4; KO: 60.9 ± 3, n=4; p< 0.01) and midnight (WT: 37.4 ± 2.7 297 ms, n=4; KO: 60.8 ± 4.1, n=4; p< 0.01) without significant day time variability (Fig 3C) .
298
Averaging noon and midnight values for all ECG intervals revealed that there were no 299 significant differences in the durations of the RR, PR, and QRS intervals in the KO 300 compared to the WT mice ( (Fig. 3) , which also recapitulated the structural, histological (Fig. 1 ), 382 echocardiographic ( Fig. 2 ) and arrhythmogenic substrate (Fig. 4) Masson's trichrome. The viable myocardium is pink and the fibrotic area is blue. Mean ± S.E.M. and P values of RR, PR, QRS, QT and QTc intervals in awake WT (n = 791 4) and KO (n = 4) animals, as analyzed from telemetric electrocardiographic recordings. Mean ± S.E.M. and P values of RR, PR, QRS, QT and QTc intervals in awake WT (n = 4) and KO (n = 4) animals, as analyzed from telemetric electrocardiographic recordings. ** p<0.01.
